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OT	transcription	coincides	in	brain	and	thymus,	but	precedes	VP	in	both	sites.	
VP	transcripts	are	not	translated	in	the	thymus!	
                 
Neurohypophysial	receptor	expression	by	thymic	T	cells	
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Innate immunity (TLR) 
Ancestral forms of anticipatory immunity 
VCBP 
First unique thymus (Foxn1) 
« Horror autotoxicus » 
Jawed vertebrates (shark, ray) 
RAG1 and RAG2 
TCRα – TCRβ – TCRγ - TCRδ
















































Small cortical T 
cells 















           	Transcription	of	Insulin-related	genes	
in	the	thymus	of	BB	rats	
 
Igf1 213 bp 
150 bp 
300 bp C H2O  
 
  
322 bp 300 bp Ins2 
   C H2O 
6 11 14 
Actin 
Igf2 
600 bp     
378 bp   
1000 bp 
500 bp 











































































































































































	 	 	 	-	Virus	isolated	in	pancreas	of	T1D	dead	child,	able	to	induce		
	 	 	 			autoimmune	diabetes	after	injection	to	susceptible	mice	





























primary	 role	 in	 the	 development	 of	 a	 specific	 autoimmune	 response	 directed	 against	
neuroendocrine	organ/cell-restricted	antigens.	
•  Resulting	 from	 this	 thymus	defect,	 repertoire	 enrichment	with	 self-reactive	 T	 cells	 and	
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ARC « Somasthym » 2013-2017  FWB 
Thank	you	for	your	kind	
invitation	and	attention!	
Current	research	in	GIGA-I3	
Immunoendocrinology	
•  Mechanisms	of	Igf2	inhibition	in	thymic	epithelium	infected	by	CV-B4		
	Hélène	MICHAUX,	BSc	
	
•  In	utero	vertical	infection	of	fetal	thymus	by	CV-B4	and	interference	with	
central	tolerogenic	mechanisms		
	Aymen	HALOUANI,	BSc	and	Hela	JAÏDANE,	PhD	
	Faculty	of	Sciences	El	Manar,	Tunis	and	University	of	Monastir	(Tunisia)		
Hélène	Michaux	
Aymen	Halouani	&	Hela	Jaïdane	
•  Michaux	H	et	al.	How	does	thymus	infection	by	coxsackievirus	contribute	to	the	pathogenesis	of	
type	1	diabetes?	
	Front	Immunol	(2015)	6:	art.	338.	
•  Jaïdane	H	et	al.	In	utero	coxsackievirus	B4	infection	of	the	mouse	thymus.		
	Clin	Exp	Immunol	(2017)	187:	399-407.	
•  Reassessment	of	the	impact	of	the	somatotrope	GHRH/GH/IGF-1	in	
developmental	on	developmental	and	functional	immunology.	
							Gwennaëlle	BODART,	BSc	
	
•  A	surprising	and	dramatic	neuroendocrine-immune	phenotype	of	GHRH-deficient	
mice.	
							Khalil	FARHAT,	BSc	(Granted	by	Lebanon	government)	
Roberto	SALVATORI,	MD,	PhD	
Johns	Hopkins	Hospital	Baltimore	
Ghrh-/-	mice	
Henri	MARTENS,	PI	
Gwennaëlle	BODART	 Khalil	FARHAT	
Farhat	K*,	Bodart	G*	et	al.	Severe	deficiency	of	the	somatotrope	GHRH/
GH/IGF-1	axis	induces	a	dramatic	susceptibility	to	S.	pneumoniae	
infection.	Best	communication	at	the	50th	Congress	of	the	French	Society	
of	Immunology	(Paris,	November	2016)	–	«	Immunity	and	infections	»	
The	balance	between	Treg	cells	and	IL-17	producing	cells	at	the	materno-fetal	interface:	
γδ Τ	cells	are	the	major	producers	of	IL-17a	
Barbara	POLESE,	BSc	
Barbara	POLESE	
Pr	Sophie	PERRIER	d’Hauterive,	PI	 Virginie	GRIDELET,	PhD	
Polese	B	et	al.	γδ	T	cells	are	the	main	producers	of	IL-17a	in	the	pregnant	uterus.	
Submitted	for	publication.	
TRANSLATIONAL	RESEARCH	
Investigation	of	the	ocytocinergic	system	in	Prader-Willi	Syndrome	
Pr	Maïthé	TAUBER,	Hôpital	des	Enfants,	Toulouse	
Chantal	RENARD,	Laboratory	Assistant	
Henri	MARTENS,	PI	
Pr	Maïthé	TAUBER	 Chantal	RENARD	
Tauber	M	et	al.	The	use	of	oxytocin	to	improve	feeding	and	social	skills	in	infants	with	Prader-Willi	syndrome.	
Pediatrics	(2017)	DOI:	10.1542/peds.2016-2976.	
Henri	MARTENS,	PI	
T1D	
auto-
antigens	
Characteristics	 Transgenic	NOD	 Influence	on	diabetes	
GAD	
Catalyzes	GABA	synthesis.		
Two	isoforms	:	GAD65	and	GAD67	
GAD67	>>	GAD65	in	mTEC	
GAD65-/-	NOD	
	
GAD67-/-	mouse	
	
GAD65/GAD67	antisense	
transgene	(insulin	promoter)	
Insulitis/diabetes	
	
Death	
	
Suppression	of	diabetes	
IA-2	
Protein	tyrosin	phosphatase-like	
molecule.	
Two	isoforms:	IA-2	and	IA-2b.	
IA-2-/-	NOD	
IA-2b-/-	NOD	
Insulitis/diabetes	
Insulitis/diabetes	
ICA69	 Neuroendocrine	protein.		Unknown	function		 ICA69
-/-	NOD	 Insulitis/diabetes	
Insulin	
Two	genes	present	in	the	mouse	genome:	
Ins1	predominates	in	islet	β	cells	
Ins2	predominates	in	mTEC	
	
Ins1-/-	NOD	
	
	
Ins2-/-	NOD	
	
	
Ins1-/-	x	Ins2-/-	NOD	
	
	
Ins1-/-	x	Ins2	-/-Thy	
	
Reduced	insulitis/diabetes	and		
T1D	auto-antibodies	
	
Increased	insulitis/diabetes	and		
T1D	auto-antibodies	
	
No	insulitis/diabetes	
No	T1D	auto-antibodies	
	
T1D	diabetes	in	3	weeks	
	
Transgenic	mice	models	in	autoimmune	diabetes	
